SUMMARY Three cases of rapidly fatal encephalopathy associated with Shigella flexneri infection are reported. There was a lack of severe intestinal involvement and absence of metabolic derangement. In all 3 patients, areas of necrosis were present throughout the brains; and in one case pontine haemorrhages and demyelination were seen. This report supports the evidence of a particular neurotoxic effect in shigellosis.
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Shigellosis is an acute inflammatory disease of the colon produced by bacteria of the genus Shigella sp. and characterised by fever, crampy abdominal pain, and frequent loose stools which may contain mucus, pus, or blood. dysenteriae type 1. The toxin produced by the latter is a protein with a molecular weight of 50 000; it is also a potent enterotoxin. It has the properties of a neurotoxin (being paralytic and lethal for rabbit and mouse) and cytotoxic (lethal for cell culture) in addition to causing intestinal fluid secretion.3 Although the exact role of this substance in the pathogenicity of shigellae remains undefined, we suggest that such a toxin, either elaborated in the gut or ingested preformed, was responsible for the rapidly fatal picture described in these 3 patients. The precise mechanism of action on the nervous system is unknown, since no specific disease was revealed in the brains at necropsy. In all 3 patients, areas of necrosis were present throughout the brains; only in Case 1 were pontine haemorrhages and demyelination seen. Haemorrhages may be explicable on the basis of raised intracranial pressure before death, while the demyelination may reflect an action of the toxin or be an incidental finding. This report supports the evidence of a particular neurotoxic effect in shigellosis. SUMMARY Feeding habits before diagnosis were reviewed in 32 infants with salt-losing congenital adrenal hyperplasia who were admitted to hospital in adrenal crisis. Most breast-fed babies failed to thrive, seldom vomited, and despite severe salt wasting, presented at a later age than their formulafed counterparts.
Salt-losing congenital adrenal hyperplasia (SL-CAH) is a genetically inherited enzyme deficiency, the most commonly affected enzyme being 21-hydroxylase.1
Clinically, SL-CAH is characterised by a nonspecific failure to thrive in the first few days of life that progresses to acute addisonian crisis with anorexia, vomiting, dehydration, dystrophy, diarrhoea, and circulatory insufficiency in the 2nd week. 2 Although the initial crisis occurs in most infants with SL-CAH in the 2nd or 3rd weeks of life, it can occur as early as the first week or as late as several months. Kowarski3 suggests that the age at which the infant presents depends on the severity of the case, which in turn is related to the degree of sodium 
